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Abstract

Diffuse axonal injury or DAl is the important cause of morbidity and mortality in patients with traumatic
brain injury. The mechanism of injury that causes DAl is acceleration-deceleration which in turn results
in specific pathological finding e.g. petechial hemorrhage in the white matter of cerebral cortex, corpus
callosum and brain stem and also specific histological finding, the retraction ball. In clinical setting,
injury to reticular activating system causes alteration of conscious, impaired cognitive function and
homeostasis dysregulation. In the recent 20 years, since the discovery of DAI in 1980s, there was
advancement in diagnosis and understanding of pathophysiology of DAI. This article review history,
mechanism and pathology of DAI. Understanding of DAI will lead to proper examination and diagnosis

in forensic cases and testifying as expert witness in court procedure.
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19a1 30 — 50 milliseconds 1WatULT SDH az@duWUSHL short, spiking impulse ABLANL sz
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alteration mﬂm@mtrﬁu calcineurin 1@gl calcium wag 4) activation of caspase-3[21] AULAANITNIAE
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11 axon TALNTZLNUNNS fast anterograde axoplasmic transport Lﬁ@ﬂg’iumf;xﬂﬂﬁ@:ﬁﬂ?mmﬁ@ﬂmﬂ
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salt and sodium metabolism WAy altered temperature regulation @214 concussion Lﬂumjﬁdmm?ﬁﬁ
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